Sir, CTX-M enzymes include more than 60 variants belonging to five different clusters (CTX-M-1, CTX-M-2, CTX-M-8, CTX-M-9 and CTX-M-25) according to their amino acid sequence. 1 In recent years, CTX-M enzymes have become the most prevalent extended-spectrum b-lactamases (ESBLs), both in nosocomial and in community settings. Different genetic elements might be involved in the mobilization of bla CTX-M genes, such as insertion sequences (ISs) ISEcp1, IS26 and IS903. 1 The bla CTX-M genes have also been associated with ISCR1 (ISs common region 1, previously also called orf513), which is embedded in class 1 integrons. 1, 2 Class 1 integrons containing ISCR elements are known as complex class 1 integrons. They contain the classic integron structure and a second copy of the 3 0 CS. Between the two copies of the 3 0 CS is a 2.1 kb ISCR, as has been identified in In6, In7, In117, In34, In35 and In601, 3 -5 followed by a variable region that contains resistance genes, e.g. dfrA10, catII, bla DHA-1 ( pSAL-1), bla CTX-M-9 or bla CTX-M-2 , 5 but never bla CTX-M-1 thus far.
Between 2005 and 2006, a total of 146 Escherichia coli isolates were obtained from the Affiliated People's Hospital of Jiangsu University. ESBL production was detected in 21/146 isolates using the standard double-disc synergy test. 6 Eighty-nine of 146 (61%) isolates were found to carry class 1 integrons of different types, and 10 of these carried complex class I integrons according to the PCR analysis. The primers were designed according to the GenBank sequence (GenBank accession numbers AF174129 and AF071413). Five of the isolates carrying a complex class 1 integron also produced an ESBL. In these five isolates, a bla CTX-M-1 gene was detected between orf513 and an IS3000 element (Figure 1 ). The sequence of the complex class I integron bearing a bla CTX-M-1 gene has been submitted to GenBank under accession no. EU687490.
Recently, it has been suggested that ISCR1 elements were members of an extended family of IS91-like elements that can transpose adjacent DNA sequences by a mechanism termed rolling-circle transposition and are responsible for the mobilization of antibiotic resistance genes, including the bla CTX-M genes. 7 However, this is the first report of a CTX-M-1 gene found to be associated with an ISCR element. The ISCR element is proposed to provide a powerful mechanism to mobilize antibiotic resistance genes, and, if this is the case, further spread of bla CTX-M-1 can be expected.
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None to declare. Sir, Plasmid-mediated quinolone resistance described so far is mainly due to qnr genes (qnrA, qnrB, qnrS and their variants). qnr-positive (qnrþ) strains were isolated as early as 1994, but mainly from 2001 onwards in strains producing extendedspectrum b-lactamases (ESBLs). 1 No strain has been reported to date in Switzerland, although ESBL-producing Enterobacteriaceae are prevalent and qnrþ isolates were reported in France and Germany, which border Switzerland. 1, 2 In contrast to previous prevalence studies that have been conducted in the hospital setting, we screened isolates from a non-hospital laboratory in Switzerland.
Non-duplicate ESBL-producing Enterobacteriaceae were consecutively isolated from April 2001 to February 2006 in Unilabs-Geneva Laboratory, the main laboratory serving both private practitioners and private clinics in the Geneva area comprising 400 000 inhabitants. qnr detection was performed by separate PCR amplifying qnrA, qnrB or qnrS as described previously. 2, 3 For qnrþ isolates, MICs of quinolones (Etest method), ESBL gene detection and fingerprinting were performed as described previously.
2 The 155 isolates, tested mainly Escherichia coli (80%) and Klebsiella pneumoniae (14%), were from 87 (56.1%) outpatients and 68 (43.9%) inpatients with a mean age of 53 years (range: 1 -92). Urinary tract infection (UTI) dominated in 129 cases (83.2%). The overall prevalence of ciprofloxacin resistance was 68% with no difference according to the origin of the patient (69% in outpatient versus 67% in inpatient, P ¼ 0.7) or the year of isolation (data not shown).
The prevalence of qnrþ isolates was 2.6% with 1.5% (1/68) in hospitalized patients and 3.4% (3/87) in patients from the community setting. The four isolates were: two Citrobacter freundii with the qnrB4 allele, one K. pneumoniae with qnrB4 and one E. coli with qnrB2. Microbial characteristics are described in Table 1 . ESBL genes associated with qnr were bla CTX-M-15 (two isolates), bla CTX-M-3 (one isolate) and bla CTX-M-9 (one isolate). Of the four patients, three were cared by private physicians in the community setting. Patient 1 and Patient 2, who were both over 80 years old, were new cases of UTI, as far as we knew. Patient 1 originated from Libya and was visiting Geneva. Patient 2 was a Geneva inhabitant suffering from cystitis. In contrast, Patient 3, who had suffered from multiple urologic surgical interventions, and Patient 4, who was a paraplegic patient, presented recurrent UTIs. For Patient 3, an E. coli was found concomitantly to the qnrB4þ C. freundii in the urine specimen on early October 2005. This E. coli isolate, although negative for ESBL genes, harboured qnrB4 and bla DHA-1 encoding a plasmidic AmpC-type b-lactamase, an association originally described in K. pneumoniae. qnrB4 transfer between the two strains was unlikely since they did not share the same plasmid. In the urine sampled 5 days later (no. 1703), the E. coli qnrB4þ had disappeared and the C. freundii was alone. Since the second C. freundii isolate showed higher fluoroquinolone MIC than the C. freundii isolate 1696-1 and shared the same fingerprint, we sought for a mutation in the topoisomerase genes (gyrA, gyrB, parC and parE) in the latter isolate. Strikingly, a GyrA T83I modification was found in the two C. freundii isolates, which explained the MIC of 2 mg/L for the first C. freundii but did not explain the 4-to 10-fold difference in fluoroquinolone MICs between the two isolates. 4 A recurrent infection diagnosed 8 months later was due to qnr-negative E. coli isolates, different in their ESBL gene content and associated resistances (Table 1) . For Patient 4, the additional isolates collected 3, 6 and 9 months later than the qnrB2þ isolate were qnr-negative and showed different fingerprints (data not shown), showing that the recurrent UTI episodes were related to re-infection and not to relapse.
